TABLE S1
Saccharomyces cerevisiae strains used in this study Except when indicated all strains were derived from the homozygous diploid W303 , for simplicity, only differences from the W303 genotype are shown. CEN.PK2 is also a homozygous diploid 112 his3∆1 SSD1) , again , only differences from the parental genotype are shown.
TABLE S2
Oligonucleotide primers used in this study 
PKC1 PKC1
Protein Kinase C IV
174014-179861

YDR159C-B, YDL157C, YDL156W, CLB3
IV 174014-179087
YDL156W, CLB3
CLB3
Cyclin B 3
Multicopy suppressors isolated during the identification of the mpt5 suppressor alleles. In the experiments to clone the wild type gene corresponding to the suppressor SupM3 (mpt5Y520H) several other plasmids were isolated that were able to restore growth at 36°C and therefore contain multicopy suppressors of the mpt5 thermosensitive phenotype.
FILE S1
Discussion of Table S3 Two of the plasmids carry genes that have previously been identified as ∆mpt5 suppressors: PKC1 and SLG1 which both belong to the cell wall integrity pathway (CWI) and lead to the over-expression of this pathway (TAKEUCHI et al. 1995; HATA et al. 1998; KABERLEIN and GUARENTE, 2002; OHKUI et al. 2006) . MPT5 activates the CWI in a wild type strain via the repression of LRG1 (LEVIN et al. 2005; STEWART et al. 2007) . Thus these two suppressors probably compensate the repression of this pathway caused by the absence of Mpt5p. Other plasmids carrying SIA1, ZDS1 or its homologue ZDS2 probably also act through the CWI pathway, but their exact role is unclear. SIA1 has been isolated as a suppressor of the thermosensitive phenotype of a HYP2 mutant, as have PKC1, WSC2, WSC3, SLG1 and PAB1, which are all members of the CWI (VALENTINI et al. 2002) . ZDS1 is necessary for PKC1 to suppress the hyp2 growth and polarity defect (ZANELLI and VALENTINI, 2005) . We also isolated MIH1, which encodes a phosphatase that dephosphorylates tyrosine 19 of Cdc28p (YANG et al. 2000) . It is know that ∆swi1 is also a suppressor of ∆mpt5. Swe1p is a protein kinase implicated in the G2/M transition and inhibits the Cdc28p kinase activity by phosphorylation of tyrosine 19 (SIA et al. 1998) . It is interesting to note that these two suppressors both lead to the dephosphorylation of tyrosine 19 activating Cdc28p. Mpt5p has been shown to interact with Cdc28p (CHEN and KURJAN, 2001) , so it is possible that a variation in the activity of Cdc28p can compensate for the absence of Mpt5p. An insert containing CLB3, a G2/M-phase specific cyclin that regulates cyclin-dependent protein kinase activity (MENDENHALL and HODGE, 1998) , also suppresses ∆mpt5, perhaps by regulating Cdc28p. These results may suggest that Mpt5p regulates the cell cycle via Cdc28p, or in parallel with Cdc28p. It is significant that all the multicopy suppressors we obtained lead to a loss of the hyper-polarization of the ∆mpt5 cells (data not shown), indicating that the activity of Mpt5p in cell polarity is at least partially under the control of these suppressors and therefore the CWI pathway. 
